Inheritance Pattern. The LEPR HinfI polymorphism was observed to have a Mendelian inheritance pattern in six three-generation families of the PiGMaP reference family (Archibald et al., 1995) .
Frequency.
Frequencies for the A allele were .18 for Hampshire ( n = 14), .11 for Landrace ( n = 13), .17 for Duroc ( n = 12), .09 for Large White ( n = 11), .75 for Meishan ( n = 14), .38 for Berkshire ( n = 4), and .56 for Chester White ( n = 8).
Chromosomal Location. The LEPR was significantly linked to seven markers on the published PiGMaP chromosome 6 map (recombination fraction and LOD score in parentheses): S0059 (.24, 6.41), S0228 (.15, 12.86), S0003 (.13, 9.25), S0299 (.05, 11.03), S0121 (.07, 19.33), S0146 (.11, 4.29), and S0031 (.24, 4.16) . A multiple-point analysis produced the best map order of these markers and LEPR (with distance in Kosambi cM): S0059-13.3-S0228-
Comments. The ends of the pig PCR product were sequenced to confirm the product was LEPR. The coding portion of the 5′ and 3′ ends had 93% and 90% identities at the amino acid level, respectively, to the corresponding regions of the human sequence. The LEPR is the highaffinity receptor for leptin, a hormone secreted by adipose tissue that regulates fat deposition and satiety. Mutations in LEPR have been associated with obesity in mice ( db/db) and rats ( fa/fa) (Chen et al., 1996; Phillips et al., 1996) .
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